Atrial fibrillation (AF) and heart failure (HF) are two cardiac conditions with increasing incidence. Confounding the problem is that patients with HF frequently develop AF, and vice-versa. Dysfunction of the intracellular calcium (Ca 2+ ) handling system, which may involve remodeled channel expression and/or T-system morphological changes, has been conjectured to underlie both perturbed excitation-contraction coupling and an increase in arrhythmic events at the cellular scale; the role of T-system remodeling in the development of pro-arrhythmic cellular events such as spontaneous Ca 2+ release and Ca 2+ transient alternans remains unclear.
